). NIH 3T3 cells pathway and is best known for its antiapoptotic effects showed a slight delay in progression through G2/M but 
of the G2/M phase. Inhibition of PI 3-kinase results in tions are in G1 phase, the potential effects of the inhibiactivation of Chk1, whereas caPKB inhibits the ability tion of PI 3-kinase in the later stages of the cell cycle of Chk1 to become activated in response to treatment might be obscured by the well-known inhibition of the with hydroxyurea. Preliminary data show that PKB G1 to S transition. Therefore, we have synchronized phosphorylates the Chk1 polypeptide in vitro on serine MDCK cells by a double thymidine block and added 280. These results not only implicate PKB activity in LY294002 in the late S phase (at 2 hr after release). transition through the G2/M stage of the cell cycle, Between 4 and 5 hr after release from the thymidine but they also suggest the existence of crosstalk beblock, when untreated cells accumulate in G2 and start tween the PI 3-kinase pathway and the key regulators entering mitosis, we observed a massive apoptosis of of the DNA damage checkpoint machinery.
MDCK cells and an accumulation of surviving cells with a 4n amount of DNA (Figures 3A and 3B).

Results and Discussion
To distinguish between G2 versus mitotic arrest, we calculated mitotic 
